Introduction
Oral pigmentation may be exogenous or endogenous in origin. Exogenous pigmentation is commonly due to foreign-body implantation in the oral mucosa. Endogenous pigments include melanin, haemoglobin, hemosiderin and carotene. Melanin is produced by melanocytes in the basal layer of the epithelium and is transferred to adjacent keratinocytes via membrane-bound organelles called melanosomes. Melanin is also synthesized by nevus cells, which are derived from the neural crest and are found in the skin and mucosa. Pigmented lesions caused by increased melanin deposition may be brown, blue, grey or black, depending on the amount and location of melanin in the tissues 1 . Pigmented nevi are rare causes of focal oral pigmentation. They present as either brown or blue lesions. Histologically, nevi are composed of an accumulation of nevus cells in the basal epithelial layers, the connective tissue or both. Oral nevi are uncommon oral mucosal lesions usually caused by benign proliferations of nevus cells located either entirely within the epithelium, in both the epithelium and underlying stroma, or in the subepithelial stroma alone. They are best categorized as hamartomas rather than true neoplasms.
II.
Case Report:
A 39 year old female patient reported to our department with brownish black discolouration both on upper and lower lip "Fig1" & " Fig 2" , she had noticed the lesion for fairly long time and was cancerophobic about the lesion, and also because of the aesthetic reasons she wanted the lesion to be removed. Histopathology showed stratified squamous parakeratinized epithelium in cellular connective tissue, .the subepithelial region shows aggregates of nevus cells and abundant melanin, the diagnosis came as intramucosal Nevus " 
III.
Discussion:
Oral melanocytic nevi are benign tumours of melanocytes, the pigment producing cells found in the skin and in juxtacutaneous mucous membranes, including the oral mucosa. 2 While cutaneous melanocytic nevi of young adult Caucasians number in the dozens, Oral melanocytic nevi are rare, and their etiology and pathogenesis are poorly understood. 3, 4 In 1943 first documented case of intraoral nevus was reported by Field and Ackermann 5 , the term intralamina propria nevus was first proposed by Comerford 6 .Later King et al adopted the term, intramucosal nevus. 7 It most frequently occurs in female patients and in the third and fourth decades of life. The mean ages of patients with oral nevi are between 30 and 38 years. The common site for occurrence being hard palate, followed by the buccal mucosa and least seen on vermilion border 8 .In our case the lesion was seen not only on the vermillion border of lower lip but also on the upper lip giving an impression of kissing lesion Regarding morphogenesis, the melanocytic proliferation can be divided into 3 phases: 1) proliferation of benign neoplastic melanocytes along the epithelial mesenchymal junction (junctional nevus); 2) migration of these cells into the mesenchymal compartment (compound nevi); and 3) loss of the junctional component of the nevus, so that all remaining nevomelanocytes are located within the subepithelial compartment (subepithelial nevi) 2,9,10 ,As in this case it was subepithelial nevi "Fig3". Histologically based on location of the nevus cells, cutaneous nevi can be classified into 3 groups. The first group, junctional nevus, is when nevus cells are limited to the basal cell layer of the epithelium. The second group, compound nevus, is used if the cells are in the epidermis and dermis. The third group, intradermal nevus, is when nests of nevus cells are entirely in the dermis. In Oral nevi intradermal nevus is replaced by the term intramucosal nevus. Histopathological report showed the case was an intramucosal nevus "Fig4".
Nevi may also be classified as congenital or acquired. The etiology and pathogenesis of Oral melanocytic nevi are poorly understood even though, as for their cutaneous counterpart, oncogenic mutations of genes coding for components of the RAS signaling pathways may play a role.
11
Congenital and dysplastic nevi have an increased risk for transformation to cutaneous malignant melanoma, but these nevi are rare or absent in the mouth. Complications may be related to treatment by means of simple excision. These complications may be minor. Only one case of recurrent nevus in the oral cavity is reported 3 . Although the use of lasers has been reported for the treatment of pigmented lesions (melasma, senile keratosis, congenital nevus), the results for congenital nevus have been unsuccessful because the deeper portions of the nevi are unaffected by the laser, laser-induced malignant transformation of naevus cells remains a theoretical concern but such concerns have not been found to be true in clinical practice. Its application in removal of oral nevi still needs a lot of research. The overall prognosis of oral nevi is excellent. 
II. Figures

III. Conclusion:
The potential for oral nevi to undergo malignant transformation is still an enigma because of the paucity of reported cases and the limited follow-up, because the malignant potential of oral nevi is still uncertain and because preexisting macular pigmentation is present in about one third of all patients with oral melanoma, it is advisable to remove all pigmented lesions suspected to be melanocytic nevi.
